only when there is evidence to support it, and generalizability is crucial.
The accelerator hypothesis took an observation and sought a mechanism to explain it. The observation was the parallel rise in childhood obesity and type 1 diabetes over the past 25 years, and the mechanism proposed that of increasing insulin resistance. 2 Many other mechanisms have been suggested to explain the rise in type 1 diabetes in children, but body mass index (BMI) is the only one to have shown an (inverse) correlation with age at diabetes onsetF true acceleration. This is important because correlation extends beyond co-incidence in populations to association among individuals. Association is requisite before cause and effect can be considered, and work from others in this medical school has recently demonstrated a higher-than-expected prevalence of viral particles in the beta cells of children who had succumbed shortly after the diagnosis of type 1 diabetes. However, there is no evidence yet that viruses cause diabetes in children.
As Booker concludes, issues around endocrine disruptors and environmental pollutants are too complex to resolve with our present knowledge (although mice breathing New York City air are reportedly more insulin resistant than controls 3 ). As things stand, children at risk who contract type 1 diabetes are more insulin resistant than their peers (or indeed their homozygous twins) who do not, 4,5 those (at least in the UK) who develop type 1 diabetes are now on average heavier than their peers who do not, 6 and six international studies of children with type 1 diabetes independently confirm the inverse relationship between BMI and age at diabetes onset. 2 The proposal that insulin resistance is the driver of both type 1 and type 2 diabetes remains a hypothesis, and will only be resolved by an intervention study designed to reduce insulin resistance. The protocol for such a study would be straightforward, and the potential implications substantial.
